Case Report
A single woman, aged 19 years, was admitted as an emergency to the medical ward of our hospital for feeding and medical management of severe malnutrition, dehydration, and acute renal failure due to AN. Her admission height and weight were 172 cm and 37.7 kg (body mass index 12.7 kg/m 2 ). One year before admission, her weight had been 63.3 kg (body mass index 21.4 kg/m 2 ). Over the year, she had increased her exercise, decreased her food intake, and increased her use of laxatives. We estimated that her average daily food intake for the last 3 months was 300 to 500 kcal. During the week before admission, she experienced weakness, persistent light-headedness, and difficulty completing her usual activities of daily living.
After admission, her electrolyte and urea levels returned to normal, but she did not gain weight. She began nasogastric tube feeding on the fourth day of hospitalization, with her daily caloric intake being increased to 2480 kcal. Her anxiety increased coincident with increased feeding, and she complained of losing control. The nasogastric tube was flushed regularly with sterile water, but during one of the scheduled flushes, the nurse was not able to push water through the tube. Numerous attempts to reestablish the patency of the tube by exerting increased pressure and with infusion of pancreatic enzymes failed. When the tube was removed for inspection, a knot was present at the tube's distal end. The knot was difficult to see because its diameter was almost the same as the rest of the tube. The patient denied tampering and said, "My stomach made this."
The patient would have had to remove the tube, tie the knot, and reinsert it herself to make a knot at its gastric end. Normally, blockage at the distal end of a feeding tube is assumed to be caused by solidification of the formula. If attempts to clear an apparently blocked nasogastric tube fail, the tube should be removed and closely inspected for the presence of such a knot.
Capgras Syndrome in the Modern Era: Self Misidentification on an ID Picture
Dear Editor: While living in a supervised apartment, Ms KL, aged 31 years, was hospitalized for a psychotic relapse in the course of undifferentiated schizophrenia. At admission, she presented with intense delusional (mostly persecutory) ideation, auditory hallucinations, severe anxiety, and mild depression. Her behaviour was grossly disorganized, and she required close supervision to tend to daily life activities. Her drug treatment was changed from risperidone 4 mg daily to olanzapine 30 mg daily, which elicited a partial symptom remission. Further improvement occurred with the addition of venlafaxin 225 mg daily, but she remained symptomatic and severely impaired, which led to the discussion and proposal of clozapine treatment, an option that, as of this report, she has refused.
During the course of the olanzapine and venlafaxin treatment, the patient presented with a new clinical relapse, including notably increased persecutory ideation and different components of Capgras syndrome. First, she discarded her health insurance (RAMQ) plastic card because she thought that its photograph was not her own and, more specifically, because she did not recognize her nose. Of note, the patient had held this card for years without particular concern. When rechallenged with the photograph, she still contended that it had been replaced or tampered with and did not recognize her face. Second, she also discarded various personal objects (such as her satchel, clothes, toilet items, and magazines) because she was convinced that they were not hers. She retrospectively admitted that she had already done so in the past; however, this behaviour was not active in the hospital before her relapse. Third, she became suspicious of her roommate, although with fluctuating conviction, because she thought that the latter had been replaced by someone charged with killing her.
While the second and third symptoms are fairly classic, this case adds the plastic ID card, a highly meaningful feature of contemporary life, to the long list of objects (in a broad sense) misidentified in Capgras syndrome: it stands at the limit of object (in a narrow sense), face, and self-recognition. Moreover, the quality of most ID photographs is poor (which was admittedly particularly pronounced in the present case), and the patient was therefore presented with a degraded picture, the recognition of which is notably difficult for patients with schizophrenia.
Because we had the opportunity to assess the occurrence of Capgras syndrome in an emerging state, we would also like to speculate on its clinical course in patients with schizophrenia. Visual, and especially facial, recognition difficulties are enduring features of schizophrenia, and some authors have suggested that these may be trait markers of the disease, as well as endophenotypes with potential use in genetic research (1, 2) . Conversely, Conklin and others have suggested that impaired recognition memory for faces is associated with increased positive symptoms in patients and increased schizotypal traits in their relatives (3). In the case discussed here, it can be argued that 74 W Can J Psychiatry, Vol 50, No 1, January 2005
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